Left subclavian artery as a site of proximal aortic perfusion for hypothermic repair of thoracic and thoracoabdominal aneurysms  by unknown
408 Letters to the Editor
the selective adenosine A2 receptor agonist CGS 21680 on in
vitro electrophysiology, cAMP formation and dopamine release
in rat hippocampus and striatum. J Pharmacol Exp Ther 1990;
252: 1134-41.
4. Schrader J. Formation and metabolism of adenosine and adenine
nucleotides in cardiac tissue. In: Phillis JW, editor. Adenosine and
adenine nucleotides as regulators of cellular function. Boca Raton
[FL]: CRC Press; 1991. p. 56-65.
5. Fruton JS, Simmonds S. Amino acids as structural units of pro-
teins. In: Fruton JS, Simmonds S, editors. General biochemistry.
London: John Wiley; Chapman & Hall; 1953. p. 58.
6. Benveniste H, Drejer J, Schousboe A, Diemer NH. Elevation of
extracellular concentrations of glutamate and aspartate in rat hip-
pocampus during transient cerebral ischemia monitored by
intracerebral microdialysis. J Neurochem 1984;43:1369-74.
7. Hillered L, Hallstrom A, Segersvad S, Persson L, Ungerstedt
U. Dynamics of extracellular metabolites in the striatum after
middle cerebral artery occlusion in the rat monitored by intrac-
erebral microdialysis. J Cereb Blood Flow Metab 1989;9:607-
16.
12/8/95024
Reply to the Editor:
It is somewhat surprising and quite unusual to receive a let-
ter about an article that we published in the Journal more than
3 years ago. The fast-paced developments in neuroscience
make it somewhat difficult to put the findings of an older
study in perspective. In our article titled "Profound Systemic
Hypothermia Inhibits the Release of Neurotransmitter Amino
Acids in Spinal Cord Ischemia" (J Thorac Cardiovasc Surg
1995;110:27-35), we simply described the findings of a study
designed to clarify the role of excitotoxicity in spinal cord
ischemia and a possible mechanism for the protective effect
of hypothermia. For the first time in the spinal cord, amino
acid levels were measured under conditions simulating the
clinical situation, and several of the findings broke new
ground in this field. More recent studies put those findings in
a proper perspective, describing mechanisms that quite sim-
ply were unknown at the time of publication of our article.
Our paper is criticized for not discussing references that
appeared in the literature after the paper was published. The
authors of the letter also claim that they re-analyzed statisti-
cally our data and reached different results, indirectly imply-
ing that our statistical methods were flawed. We wonder,
however, how they were able to perform statistical analysis
without having the raw data. In the data table, we provided
mean values and standard deviations for the various experi-
mental groups. The statistical analysis was performed by tak-
ing into consideration the results from individual experi-
ments. Any analysis that compares only mean values of
different groups is simply not accurate. We also wish to point
out that sham animals served for validation of methodology
only, without per se constituting an experimental group. It is
a commonly accepted practice to use baseline values as con-
trol, so long as they do not differ statistically among the
experimental groups.
The field of ischemia and neuronal cell death has expanded
the horizons of neuroscience tremendously in recent years.
The Journal of Thoracic and
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We believe our article provided some insights into the patho-
physiology of spinal cord ischemia.
Chris K. Rokkas, MD
Nicholas T. Kouchoukos, MD
Cardiac, Thoracic & Vascular Surgery Inc.
3009 North Ballas Rd
Suite 266 C
St Louis, MO 63131
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Left subclavian artery as a site of proximal aortic
perfusion for hypothermic repair of thoracic and
thoracoabdominal aneurysms
To the Editor:
Retrograde aortic perfusion through the femoral artery with
deep hypothermic circulatory arrest is a valuable adjunct for
thoracic and thoracoabdominal aneurysms. l However, retro-
grade perfusion of the brain through an atheromatous or dis-
sected aorta carries the risk of cerebral embolism or malper-
fusion. To avoid these fatal complications, Westaby and
Katsumata2 proposed a proximal aortic perfusion through the
ascending aorta or aortic arch via an extended left thoracoto-
my. However, the possibility exists that cerebral emboli may
be produced even by external manipulation of an atheroma-
tous aorta or aneurysm. Hence we have recently adopted a
proximal aortic perfusion technique using a prosthetic graft
attached to the left subclavian artery via a left posterolateral
thoracotomy for hypothermic thoracic and thoraco-abdomi-
nal aneurysm repair (Fig 1). The left subclavian artery with
easy access from a thoracotomy has been used for a sys-
temic-pulmonary arterial shunt using a prosthetic graft in
neonates or small infants.3 Moreover, the axillary artery is
also widely known as an alternative site for proximal arterial
drainage cannula in PA
aneurysm
Fig 1. Left subclavian artery (LSA) cannulation technique
through a posterolateral thoracotomy. After proximal and dis-
tal control of the LSA is obtained, an 8-mm sealed woven
Dacron graft is attached to the LSA, followed by cannulation
with a polyvinyl arch cannula. Venous drainage is through a
straight venous cannula placed in the main pulmonary artery
(PA).
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perfusion during cardiopulmonary bypass in patients with
severe atherosclerotic or aneurysmal disease.4 From our
experience, we believe cannulation of the left subclavian
artery through a prosthetic graft to be a safe, easy, and effec-
tive way of arterial cannulation for cardiopulmonary bypass
in patients undergoing hypothermic repair of thoracic or tho-
racoabdorninal aneurysms. In addition, a prosthetic graft used
for arterial perfusion is also available for later reconstruction
of the left subclavian artery system when necessary.
Yukinori Moriyama, MD
Akira Taira, MD
Koichi Hisatomi, MD
Yoshifumi [guro, MD
Second Department ofSurgery
Kagoshima University
Faculty ofMedicine
Kagoshima, Japan
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The sympathetic denervation induced by transmyo-
cardial laser revascularization protects the affected
tissue
To the Editor:
Having a strong interest in the mechanism of transmyocar-
dial laser revascularization (TLR), l I appreciated the article
by Kwong and associates2 about the sympathetic denervation
of canine myocardium induced by TLR. The authors believe
that such denervation contributes to the angina relief
observed in clinical situations. Their results (the absence of
tyrosine hydroxylase in the denervated myocardium) also
suggest, however, that the denervation blocks not only affer-
ent nociceptive stimuli but also possible efferent sympathetic
overstimulation. This hypothesis is supported by the follow-
ing facts: (1) efferent cardiac sympathetic tone and circulat-
ing catecholamines are elevated in advanced heart failure3;
(2) increased efferent cardiac sympathetic tone and circulat-
ing catecholamines induce arrhythmias,3 dysfunctional
myocardial contractions,3 contraction band necrosis,4 and
infarct-like myocardiallesions5; and (3) these functional dis-
turbances and lesions are often present in end-stage heart dis-
ease.3,4 In this situation, the sympathetic denervation induced
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by TLR, being able to abrogate injurious increased intramy-
ocardial catecholamine release, provides a partial protection
for the denervated myocardium.
Jiri T. Beranek, MD
4101 S. Wappel Dr
Columbia, MO 65203
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Cytokines and myocardial injury: Is there a scope
for magic bullets?
To the Editor:
In recent issues of the Journal, two studies suggested that
cytokines such as interleukin-6 (IL-6)1 and IL-82 playa piv-
otal role in inducing myocardial ischemia-reperfusion injury.
Inasmuch as both cytokines are released during and after car-
diopulmonary bypass (CPB),3 the question was raised as to
Endothelins
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Fig 1. Possible mechanisms involved in myocardial injury
after CPB. PMN, Polymorphonuclear leukocytes. (Modified
from Wan S, LeClerc JL, Vincent JL. Inflammatory Response
to Cardiopulmonary Bypass: Mechanisms Involved and
Possible Therapeutic Strategies. Chest 1997;112:676-92.)
